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Introduction 
Segmental or lobar collapse may affect 5-10% of 
patients with cystic fibrosis (CF), usually around the 
time of an infective exacerbation (1). This case report 
is the first to describe the case of a 36-year-old male 
with CF, who developed a left vocal cord palsy 2 yr 
after his left lung had collapsed completely and failed 
to re-expand. 
Case Report 
At a routine outpatient visit, a 35year-old 
Caucasian man with pancreatic-sufficient CF com- 
plained of a 2-month history of a painless hoarse 
voice. The diagnosis of CF had been made only 3 yr 
previously at the age of 32 years, when he presented 
with a 5-yr history of recurrent chest infections and 
was found to have bronchiectasis. The diagnosis of 
CF was confirmed by abnormal sweat and nasal 
potential difference tests, and genetic analysis con- 
firmed heterozygosity for the 6 F508 deletion (no 
other defect identified). At this stage, sputum culture 
yielded Pseudomonas aeruginosa and his lung func- 
tion was impaired markedly: FEV, 1.2 1 (34% pre- 
dicted), FVC 1.5 1 (36% predicted), arterial pO2= 
6.2 kPa on air. Electrocardiogram (ECG) findings 
were consistent with pulmonary hypertension. Long- 
term oxygen therapy and postural drainage were 
instituted. Six months later, he was admitted to his 
local hospital with an acute pulmonary exacerbation. 
At this admission, he demonstrated signs of 
left lung collapse with consolidation, which were 
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Plate I Chest radiograph demonstrating typical changes ^. . ._ of cystic hbrosls with extensive bilateral rmg and nodular 
shadowing in the mid and lower zones. 
confirmed by chest radiography (Plate 1). There was 
no history of foreign body inhalation. Fibre-optic 
bronchoscopy showed patent airways and no endo- 
bronchial lesion. The only significant finding was 
purulent endobronchial secretions from which P. 
aeruginosa was cultured. Within a few days, complete 
opacification of the left hemithorax was seen on a 
subsequent chest .radiograph (Plate 2). Pleural ultra- 
sound examination demonstrated a small left pleural 
effusion from which no organism was cultured. 
Despite appropriate antibiotics and physiotherapy, 
the lung failed to re-expand. However, his general 
condition improved and he was referred to the 
authors’ unit on discharge from hospital. During the 
subsequent 3 yr, he has required four admissions for 
treatment of infective exacerbations. Despite con- 
tinuing to smoke (5-10 cigarettes day- ‘), lung func- 
tion has remained stable (FEV, 1.1-1.2 1; FVC 1.2- 
1.5 1) with persistent hypoxia on air (PO2 5-5.5 kPa; 
pCO,5-6 kPa). He has been maintained on domicili- 
ary oxygen and inhaled corticosteroids, currently 
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Plate 2 Chest radiograph demonstrating extensive consoli- 
dation in the left mid and lower zones with mediastinal shift 
to the left. 
Plate 3 Axial computerized tomographic scan at the level 
of carina showing extensive mediastinal lymphadenopathy 
anterior and lateral to the bronchi, loss of volume in the left 
hemithorax, and consolidated lung. The recurrent laryngeal 
nerve passes though the aorta-pulmonary window which is 
below the aortic arch (just above the level of this cut) and 
above the left pulmonary artery, shown on this cut lateral to 
the left main bronchus. 
fluticasone. His degree of pulmonary deficit has 
excluded him from treatment with DNase. 
The patient was followed regularly at the authors’ 
hospital and 3 yr later, it became apparent that the 
quality of his voice had changed. He had become 
hoarse and flexible fibre-optic laryngoscopy con- 
firmed a left vocal fold palsy. He was clinically 
euthyroid and no goitre was palpable. Lung function, 
arterial blood gases and ECG showed no significant 
change. There were no other new clinical findings and 
no vocal cord or endobronchial lesions were seen 
at bronchoscopy. A thoracic computerized tomo- 
graphic scan showed extensive lymphadenopathy 
consistent with chronic inflammation (Plate 3). The 
basal effusion had persisted and Streptococcus viri- 
dans was cultured from it. Cytological examination 
of the fluid showed no malignant cells. In the absence 
of other causes of recurrent laryngeal nerve palsy, 
the most likely explanation is that the nerve has 
been damaged directly, either by continued traction 
created by the collapsed lung or by compression by 
enlarged mediastinal structures. 
Discussion 
Although segmental and lobar collapse are rela- 
tively common in CF patients, involvement of an 
entire lung is reported far less frequently. Atelectasis 
presumably results from widespread mucus plugging 
in the presence of infection. As in this case, the 
changes often persist despite vigorous physio- 
therapy and appropriate antibiotics. The continued 
atelectasis predisposes to further bronchiectasis, with 
greater background sputum production and 
increased frequency of infective episodes. More 
aggressive management is guided by the severity of 
patient’s symptoms, and newer therapies such as 
recombinant DNase may be of benefit (2). Surgical 
intervention is sometimes considered and lung resec- 
tion has been reported (3) in cases of complete lung 
involvement. 
Vocal cord paresis resulting from pulmonary 
collapse in a CF patient has not been reported 
previously. More common causes include pulmonary 
malignancy, pulmonary tuberculosis, oesophageal 
and thyroid malignancies, cervical or mediastinal 
surgery, and trauma. Neuropathic conditions such as 
diabetes are also recognized causes. Cord paresis has 
been linked to a variety of cardiac problems, such as 
mitral stenosis - the ‘cardio-vocal syndrome’ (4). 
Approximately 25% of cases are idiopathic (5). Vocal 
cord paresis has been reported twice before in CF, 
but in the context of acute exacerbation and worsen- 
ing car pulmonale (6). In these cases, sudden enlarge- 
ment of the pulmonary artery was thought to be 
causal, and recovery was seen after improvement in 
lung function. In some patients, the voice improves as 
a result of compensatory movement of the unaffected 
vocal cord, and this process can be assisted by speech 
therapy. If the voice remains poor, the treatment 
of choice is intra-cordal injection of teflon (7) or 
medialization thyroplasty (S), and in cases of non- 
malignant aetiology, this should be delayed for at 
least 6 months to allow for spontaneous recovery (7). 
The authors feel that the long history of pul- 
monary collapse, combined with repeated broncho- 
scopic and radiographic examination, exclude 
malignancy in this case. Damage due to pulmonary 
artery enlargement is possible but has only been 
reported previously in a more acute setting. Most 
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likely is that damage to the left recurrent laryngeal 
nerve has resulted either from traction by the col- 
lapsed lung, or by direct pressure from enlarged 
mediastinal lymph nodes. Similar problems have 
been reported in patients with pneumoconiosis and 
progressive massive fibrosis (9). 
Complete pulmonary collapse in patients with CF 
is a recognized, albeit rare, occurrence. The present 
report describes a case in which this unusual compli- 
cation is associated with left recurrent laryngeal nerve 
damage. 
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